SUMMARY The frequency of peripheral nerve involvement in sarcoidosis is uncertain. To determine how often peripheral nerves are affected in the absence of symptoms, electromyography was performed on 29 sarcoid patients and 29 age-matched controls. Nineteen sarcoid patients, compared to two controls, had abnormally low sensory amplitudes in one or more nerves, and the mean sensory amplitudes for median, ulnar, and sural nerves were lower in the patient than in the controls. Subclinical mononeuropathy multiplex appears to be common in sarcoidosis. 
The incidence of neurological disorder in sarcoidosis is about 4%, 2 and intermittent cranial nerve palsies are the most frequent manifestations. Symptomatic symmetrical peripheral neuropathy is uncommon, and occasionally acute forms must be distinguished from Guillain-Barre syndrome. 34 Subacute peripheral neuropathy has also been reported.45 Of all types of sarcoid neuropathy, mononeuropathy multiplex (particularly cranial neuropathy) is the commonest.3 We used electrical studies to determine whether there is evidence of subclinical peripheral nerve involvement in neurologically asymptomatic patients with sarcoidosis.
Method
Patients being followed by the medical service for proven sarcoidosis were referred for nerve conduction studies and electromyography (EMG) . Of the 35 patients who reported for this examination, six were eliminated from the study: two had lumbosacral radiculopathy, two had symptomatic mononeuropathy multiplex, one was alcoholic, and one was insufficiently studied. The Examples in sarcoid of diffuse peripheral neuropathy, with the diagnosis supported by electrical studies, are few. Wells' described two cases of suspected sarcoid "peripheral neuritis". In one, signs resolved with corticosteroid therapy, and nerve conduction velocities were said to return to normal, but the original conduction abnormality was not recorded. In the second case conduction studies were not reported. Of Silverstein's four cases of sarcoid peripheral neuropathy, two with motor and two with mixed sensorimotor findings, one of the latter two had electrophysiological studies, demonstrating slowing of peroneal nerve conduction velocity of unspecified extent, with anterior tibialis denervation. Symptoms and electrical abnormalities improved with corticosteroid therapy during both the first episode of neuropathy and a recurrence six years later.2 Two other cases had EMGs showing denervation in resting muscles, without further details offered. One of these had slow nerve conduction velocities, also of unspecified extent. Delaney6 mentioned two cases of peripheral neuropathy, one diagnosed by absent ankle jerks alone, and the other on the basis of absent ankle jerks, decreased vibratory sensation at feet and ankles, and slow nerve conduction velocities without specific values.
Sarcoid peripheral neuropathy may simulate Guillain-Barre syndrome in signs and course4 12 and CSF,'2 but could be a random unrelated occurrence of the two diseases. Sarcoid mononeuropathy multiplex is attributed to infiltration of the nerves by granulomata. The pathogenesis of diffuse neuropathy in sarcoidosis is less certain. Oh,5 however, showed sarcoid granulomata in the epineurial and perineurial spaces, with periangiitis and moderate demyelination, in the sural nerve of a patient with symmetrical peripheral neuropathy. Electrophysiologic studies were compatible with axonal neuropathy: mild slowing of motor nerve conduction velocities and distally predominant denervation. Nemni et al'3 also reported symmetrical peripheral neuropathy with marked slowing of peripheral nerve conduction. Sural nerve showed endoneurial granulomata and local displacement of nerve fibres with loss of larger myelinated fibres.
Challenor, Felton, Brust
In our asymptomatic sarcoid patients EMG revealed no denervation. Motor nerve conduction velocities and sensory latencies were normal, but 19 of the 29 patients showed abnormally low amplitude of evoked sensory potentials in one or more nerves, suggesting that subclinical peripheral nerve lesions are common in sarcoidosis. Inasmuch as most of our patients had a mixture of involved and uninvolved nerves we suspect that asymptomatic compression of individual nerves by granulomata (subclinical mononeuropathy multiplex) is the underlying lesion. We found no evidence of diffuse peripheral neuropathy. Sensory nerve dysfunction did not correlate well with clinical severity or duration of sarcoidosis. Correlation of our electrical findings with sural nerve biopsy observations would make an interesting future study, but would be difficult to achieve in an asymptomatic population. 
